Archives ofDisease in Childhood 1992;67:352 Dr Williams suggests that length of ventilation could account for the association. When duration of ventilation during the first month of life is entered in the regression, it does not account for the correlation seen. This variable was not included in the final paper because, as explained, it both may cause and be caused by CLD. Vitamin A at 800 U per day was used through the period of the study either in oral or intravenous supplements. Dr Williams is somewhat selective in his quotations from the paper of Hammerman and Aramburo, in omitting to mention that 7/20 lipid-treated infants went home on oxygen compared with 0/22 of the controls.
I agree with Dr Wilson and his senior colleagues when they state that association does not necessarily imply causation, and that my cohort study can The child died at 5 months. A necropsy was refused.
Clinical evolution and results of the electromyography and muscle biopsy were typical of SMA type 1, but vocal cord paralysis was a very puzzling presentation. Tracheostomy was required before the occurrence of peripheral signs of the disease. Classically, bulbar dysfunction appears late in the course of SMA type 1, respiratory failure being a consequence of progressive involvement of intercostal muscles.
Isolated vocal cord dysfunction has been described in SMA, but in a variant of the juvenile form (type 3) with distal weakness.3 The diagnosis of SMA type 1 should be considered when the clinician is confronted by unexplained vocal cord paralysis in infants. The advantage of the latter is that the age and extent of the haemorrhage and its relevance to the outcome is more accurately assessed. As a pathologist I cannot help being amused by the irony of this situation. Pathologists are always open to the criticism that knowing the incidence of a disease in patients who die does not in itself indicate the incidence in those who are alive. The argument still carries
